During Feeding
Nurse's clothing is protected by a small mackintosh and terry towelling napkin whenever she has baby on her lap.
After Feeds
All feed utensils are washed under tap in cubicle sink, then put into plastic binette which contains Savlon 1:200-fully immersed for an hour-then removed to kitchen for boiling-bottles cleaned with brush and sent for autoclaving.
Nurse removes her gown, washes her hands and comes out of cubicle to hand-drier installed in the corridor. All doors swing both ways and are not touched by hand.
Technique for Putting on and Taking Off Gowns
All gowns are kept on coat-hangers and hung on hooks, spaced so that gowns do not touch each other or the furniture. Gown is put on by holding the coathanger-this being removed when arms are put into gown, care being taken that outside of gown does not touch dress.
All gowns cover dresses completely. Tapes at the waist are crossed over and tied in front to ensure this. When gown is removed, waist tapes are untied-Hibitane cream is rubbed into hands (from handcream dispenser fixed to wall). Tape at neck of gown is then untied and gown is loosened on shoulders to enable it to be removed easily. Hibitane cream is again rubbed into hands and exposed parts of arms. Hanger is slipped into shoulders of gown which is removed on to hanger, again care being taken not to allow gown to touch dress.
Cubicle Preparation for Fumigation
Every cubicle is fumigated after discharge of baby. All bed linen, clothes, towels, &c., are sent to laundry as previously described.
Mattresses, pillows and mackintoshes are left in cubicle.
Locker drawer and cupboard are opened-all equipment is disconnected if possible and spread out.
Cubicle is fumigated by Public Health Authority with Microsol formalin spray.
Just before fumigation a portable door with peripheral sponge rubber seal is fixed on the outside of the cubicle door and left for at least four hours after fumigation.
Clothing
Cubicle temperatures average 740 F. All bed clothing and clothes worn by babies are cotton and can be boiled-minimum of clothing used.
Nurses change from uniform into thin cotton dresses while working in unit.
Ultra-violet Lamps
Six ultra-violet lamps are fixed to walls at intervals down corridor and one in treatment room. (Lamps are Phillips Electrical Ltd., A.7002, germicidal fitting.)
Each cubicle contains its own: Auriscope, stethoscope, scales and weights, small scissors, tape measure, pulsometer, ball-point pen, intake and output charts, clinical thermometer, cloths for cleaning, nail brush, wall thermometer, chair.
Scierema
By R. I. K. ELLIOTT, M.A., D.M. Brighton THE term "sclereme" was introduced by Chaussier in 1815 to describe a form of hardening of the subcutaneous tissues in newborn infants. Chaussier, according to the Dictionnaire Encyclopedique des Science Medicales (1874), was a first-rate scientist, but a muddling lecturer. One may say much the same for the term he originated; it was a good term and very popular, but there is much uncertainty, nowadays, about its meaning. In fact, its very popularity has been its downfall; indiscriminate usage has debased it to the point where it can only be sent to join Bright's disease and Banti's syndrome in limbo.
The purpose of this paper is first to define the three distinct neonatal conditions which were all called sclerema neonatorum; second to trace the historical developments which led to the present confusion-a fascinating story; and third to comment on hardening of the skin and subcutaneous fat in the newborn-a subject where, unfortunately, science is still locked in battle with mythology.
The first type of sclerema neonatorum is also known as subcutaneous fat necrosis. The clinical picture is a familiar one; circumscribed plaques and nodules of hard, discoloured skin, usually over buttocks, shoulders, or cheeks, occurring in an infant otherwise well. In spite of their forbidding appearance, the lesions resolve without treatment, and leave no scar. Some areas become fluctuant, and from these aspiration yields sterile material resembling pus. This, or any other surgical intervention is better avoided because secondary infection may convert an innocuous lesion into a disfiguring one. The histological picture is one of fat necrosis with the usual foreign body giant cell reaction at the periphery. This lesion is not confined to the neonatal period, though it is commonest then; it may occur at any age.
The second type of sclerema I will call "preagonal induration." It is the condition which Denman and UJnderwood (Underwood, 1784) described as "skin-bound". This is a peculiar alteration in texture of the skin and subcutaneous tissues which appears in the terminal stages of other diseases such as congenital cardiac defect or gastroenteritis. It is a hardening which is usually first perceptible in the legs and then spreads upwards to involve the entire body. The affected skin is pale and cool; it has lost the resilience of normal flesh, and cannot be made to pit on pressure. The diameter of an affected this lesion develops. No cellular infiltrationa accompanies the change.
The third type of sclerema is that curious condition, encountered only during cold weather, called neonatal cold injury (Mann, 1955; Mann and Elliott, 1957) . There seems little justification for calling this condition sclerema, but in fact this was the disease for which Chaussier coined the term. limb is not increased. When cut it has the texture of bacon rind and no fluid flows from the cut surface. The histology is less striking than in fat necrosis but none the less characteristic; the trabeculk forming the framework of the pannicular fat are broadened and the fat spaces are diminished ( Fig. 1) . At first sight the section suggests a fibrotic lesion but fibrosis quite evidently could not occur at the pace with which
In neonatal cold injury the striking feature is the intense erythema of the face and extremities, which belies the hypothermia, and makes a baby look the picture of health when it is in fact on the verge of death. CEdema begins at the extremities and spreads centrally; although the affected skin is often hard, it almost always pits on pressure. The hardness is much less obvious after death; the tissue when cut is deeply congested and a 39 101g profuse exudate of serous fluid, tinged with blood, flows from the cut surface. Histologically the panniculus is usually thinner than in a normal child (Fig. 3) ; there may be congestion of dermal blood vessels but no other abnormality is found.
These then are the three interweaving strands which have been successively confused and separated at intervals over the past hundred and, seventy years. The story opens with Underwood's description of "skin-bound" in 1784. The first edition of his textbook on diseases of children lacked the clarity of the classical account which appeared in the second and subsequent editions. There is no question at all, however, that what he described was preagonal induration.
In 1785 Andry in Paris described a virulent disease of the newborn which he called "Endurcissement du tissu cellulaire" (Andry, 1785). He read Underwood's first account of "skin-bound" and assumed that it was the same disease. His come "sclerema neonatorum". This nomenclature was used by Henoch (1889) and appeared in textbooks up to the turn of the century. But then confusion was reintroduced by, of all people, Ballantyne. In 1890 he had reported two cases which demonstrated clearly the differences between oedema neonatorum (cold injury) and sclerema neonatorum ("skin-bound"). Later he noted that, "Whilst the disease has been met with and described in Great Britain, Germany, Austria, Russia, Spain, Switzerland, and the United States, it is infinitely more common in France and Italy. In fact it is an extremely rare malady in the first-named countries" (Ballantyne, 1895). Because of this lack of experience Ballantyne accepted the Italian view that there was no distinction between "cedema neonatorum" and "sclerema neonatorum". Thereafter "'edema neonatorum" disappeared from the literature and "sclerema neonatorum" remained as a label for both conditions. own paper aroused so much interest that the Societe Royale de Medecine in Paris offered a prize of £600 for an enquiry into the cause and cure of the condition. This was won by Auvity who concluded "It appears evident that exposure to atmospheric cold is the sole, and sufficient cause of endurcissement du tissu cellulaire" (Auvity, 1788).
However, public apathy persisted and cases of "endurcissement" continued to be seen; the disease was still topical when Chaussier proposed the new title for it in 1815. "Sclereme" undoubtedly at this stage meant cold injury; but the French regarded this as synonymous with "skin-bound". Underwood himself remained convinced that the two conditions were separate, but it was not till 1877 that this view was again propounded, by Parrot in his work on "Athrepsia"; and by this time "sclerema" had undergone a change. Neonatal cold injury had become "cedema neonatorum"; "skin-bound" had be-Meanwhile a further complication was developing. In 1845 Thirial described a condition which he called "sclereme des adultes", which was in fact subcutaneous fat necrosis. Sporadically over the next fifty years one finds single case reports of healthy infants with localized lesions which from the descriptions were clearly subcutaneous fat necrosis; Ballantyne included many of them in his review as examples of sclerema.
Fabyan, who is usually credited with the first description of subcutaneous fat necrosis was unaware of its earlier existence under another name (Fabyan, 1907) . The next landmark was an address by Gray to the Golden Anniversary Meeting of the American Dermatological Association (Gray, 1926) , in which he propounded very ably the view that subcutaneous fat necrosis and sclerema were the same disease. Other forms of sclerema he classified first as "acute sclerema", then later (Gray, 1933) as "preagonal induration", a term which had been used by Ballantyne.
During the previous thirty years there had been numerous reports of "sclerema" (Blacker, 1898; Bunch, 1898; Pringle, 1899; Fox, 1904; Graham-Little, 1914; Stowers, 1917) , every one of them, in fact, subcutaneous fat necrosis; so that Gray was simply stating the orthodox view of English dermatology at that time and, indeed, to-day's current usage as well. The only remedy for this impasse would seem to be to drop the term "sclerema," responsible for the confusion, and use the alternative names which are available.
The normal panniculus consists of a large amount of inert material, enclosed in a delicate meshwork formed by the cell membranes of the adipose cells and supported at intervals by fibrous trabeculk. Tracer studies have shown that there is continuous interchange between depot fat and metabolic fat (Schoenheimer and Rittenberg, 1935; Hawk et al., 1954) . This interchange nust be mediated by the adipose cell envelopes. if these are damaged, as in subcutaneous fat necrosis, the depot fat is treated as a foreign body and removed phagocytically. Considerable local inflammation occurs which, if left alone, ends in complete healing. There is no need to postulate any chemical change in the fat itself; it is not, as I see it, true fat necrosis, but adipose cell necrosis-due to trauma, local anoxemia, or some such cause-which is responsible for this condition.
In preagonal induration attention has again largely been focused on the fat; this time, I think, wrongly. A favouLred hypothesis is that the hardening in this condition is due to a shift in composition of the fat from unsaturated to saturated fatty acids-a decrease in the oleic and a rise in the stearic and palmitic acids. As the infant cools, the fat then solidifies (Hughes and Hammond, 1948) . The weakness of this is that complex mixtures of fats, such as human body fat, or butter, do not solidify in such an abrupt way. The melting point is spread out over a range of 100 C. or more, and there is a wide range of plasticity of texture below the melting point. In a normal infant, non-pittable hardening of the pannicular fat cannot be produced until temperatures close to freezing point are reached; and even then the texture is quite unlike preagonal induration.
The histological findings suggest an alternative explanation. The difference between affected ( Fig. 1 ) and unaffected (Fig. 2) areas of skin in an infant with preagonal induration is the thickness of the fibrous trabecule. The broadening they undergo cannot be the result of increased collagenization because of the speed with which it occurs; it must therefore be due to inflation of the existing tissue, a form of turgor. Really tense inflation of resistant tissue could produce the exceptional hardness found in this condition; it is difficult to visualize any other process that would. I conclude that preagonal induration is a special form of cedema, affecting the fibrous supporting tissue of the panniculus instead of the loose intercellular spaces.
In neonatal cold injury, the hardening is much more evidently due to cedema. The tissue always pits, and when cut exudes a large amount of fluid. In spite of these typical features, it tends to be harder than most other forms of infantile cedema; but this hardness is not specific to cold injury, so that the use of a special term (e.g. scleroedema) to describe it is confusing.
The crux of the problem of cold injury, however, lies not so much in the hard aedema as in the peculiar geographical distribution observed by Ballantyne, which runs counter both to isotherms and to common sense; and in the almost inevitable corollary that only a small proportion of infants exposed to cold develop the disease. It seems that, important though it is, environmental cold is not the only etiological factor.
